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WHE. B S EEN A O IREERRET (tenofovir, TDF) XTHBV DNA /& #5210 £} 32 1 B AL 17 (1 FH
Wrr ORI 22 4x . Fask EEN20144F8 A Z220164F 12 A T35 W48 T IE0 = B BF 22 FHIWT T TSR S AT AN
HEBRFRUERI200|HBV DNA & #58 (HBV DNA > 1.0 x 10° [U/mD) Z2i 950 5. H3E TRl 245
NIRTTE (12801 FUIRRZ (7240 o JRITAAATES 28 I IRTDF B 277 548, St R 2 I/ i ik
IIRBEZ PR AYIRTT . PALBTE JLTE AR S Y BeMh O P e B LV O S 0 R BN e e
Eb 55 P 40 2 4 28 23 W i A3 00 05 128 1L i HBY DNARG & . P 9 4357 2E J L 7R 28 J& ke I Iy HBsAg
HBeAgtHBV DNAPHPEZR, FLUEFAB A L AR fale . S, kB, M BiEMApgaritsy. 45
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Efficacy and safety of tenofovir disoproxil on blocking mother-to-child transmission of HBV in
pregnant women with HBV DNA high load in late pregnancy

WANG Yan-hui, SUN Li, HUANG Xian-jiao, LI Wei, ZHAO Wen-jing (Department of Research Section,
Hepatology Hospital of Jilin Province, Changchun 130062, China)

Abstract: Objective To assess the efficacy and safety of tenofovir disoproxil (TDF) on blocking mother-to-
child transmission of HBV in pregnant women with HBV DNA high load in late pregnancy. Methods Total
of 200 pregnant women with high load of HBV DNA (HBV DNA > 1.0 x 10° IU/ml) who were examined at
the mother and infant block clinic of Jilin Provincial Hepatobiliary Diseases Hospital and met the inclusion
and exclusion criteria from August 2014 to December 2016 were selected. The pregnant women were divided
into treatment group (128 cases) and control group (72 cases) according to the intervention methods. Patients
in treatment group were given TDF orally at the 28" week of gestation until 4 weeks after delivery. Patients
in control group did not receive antivirals during pregnancy. All infants in both groups were vaccinated with
hepatitis B immunoglobulin and hepatitis B vaccine immediately after birth. The serum HBV DNA load of
patients in both groups were assayed at delivery and 12 weeks after delivery. The positive rates of HBsAg,
HBeAg and HBV DNA of infants at 28 weeks after birth were also detected. In addition, the gestation weeks,
length, head of circumference, weight and Apgar scores of all infants were also recorded. Results The serum
HBV DNA load of pregnant women in treatment group before delivery was (4.79 + 0.89) IU/ml, which was
significantly lower than that in control group [(7.60 = 0.73) IU/ml] and before treatment [(7.87 = 0.51) IU/ml] (P
< 0.05). At the age of 28 weeks, the infection rate of HBV of infants in treatment group was 0.0%, which
was significantly lower than that in control group (5.6%) (¥° = 7.256, P = 0.007). In addition, there were
no significant differences in gestational age, body length, head circumference, body mass and Apgar score

between infants of two groups at birth (P << 0.05). There were no significant difference in preterm birth,
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postpartum herencemorrhage rate, cesaream section rate and serum creatine kinase (CK) of pregnant women

between the two groups (P << 0.05). Conclusion TDF on blocking the mother-to-child transmission of HBV

in pregnant women with HBV DNA high load in late pregnancy is efficacy and safety.

Key words: Hepatitis B virus; Late pregnancy; Tenofovir; Block; Mother to child transmission

P ZRIAT %9538 (hepatitis B virus, HBV)
Y ERIX, HBVH#EHRLNT.18%", HBVEL
W E AL R HBVE L £ B ik 2 —1,
WAT R A BoR, AR SK BRI T T4 it
FTHBV DNA # &8 42 1058 A LI G HBV 1) XS ik
70%~80%""" . R Ik 2, 3 1 A 2 BT S R R AR
RS s, A 8%~ 15% T B TE 2K,
KAEHBVERELIE'Y, HBV DNA#E & IMHBV
RESLE E AR SR 1B o R R B A LR HE R 2
R 98 S TR S BESEAR S B PUR 2R 9697 vT 6 25 ¢
{KHBV R ALSR 1 R AE R, ik, #HRMAKHBV
RERAE R A 207 2060 BRI A2 ) LHBV I L 32 7 H
BLIGRE o AW B IR ITHBYV = 35 42 10 421 B
R B EMREF (tenofovir, TDF) [HWHBV LI (E
WO e, BAREWT .

1 BRERE

1.1 AFat % EHL 2014 4E 8 H 1 H & 2016 4F 12
H 31 H TR IR 2= B BF 22 BELIT T T2 A 22 (1)
ZAWE RN %, 28 2010 FErp E (18P 2B
KEvaTER) U RSN B IR IAFRIE: D4
EFRY 20 ~ 35 55 @4222 ~ 24 [, IfijE HBsAg
1 HBeAg 35 FH 14, H ¥4 mf [l > 6 4~ H, HBV
DNA > 1.0 x 10° IU/ml; ®%% 22 ~ 24 J&RiA MG
fZas H /04 2 UL LR i i 45 3 @
BRRIER TR, ©FFZMERED. HRbriE (2
EHAE IR —, BIHERR) « O DiReskEY)
2R B LN 2 —: I35 T = R = 3 5 R il
(alanine transaminase, ALT) = 1E%{H PR C(upper
limit of normal, ULN) 2 %, Imi&EMHZ & (total
bilirubin, TBil) = 2 x ULN, [filj&H & H (albumin,
ALB) < 25¢g/L, ILi&WLEF (creatinine, Cr) =
ULN s T IEWE; @A FRMRWE. A
R se TR R, KB R AK
G BRI EE EB R . ELAIMOR 75 . MR IR hEAA
JEE R W EE S T R R 2 — &y G
A e R0 BB AL BRI K s s @ IR A
SEH s OFFEE™ E IR WAL, BRI
PEPRIE . TEE B O LA 00, B A ThREAIK
N R, ©% 24 B RTE A — kAR
e R A MR B B R IR ) LA E R E A (B KB 5

Wy OREAE IR B A2 AR T3 BP0 26T I R
B Thie Fw, BT gR B N B2 52 5t HBV
I, KW (HZ54 AR N ERS R
WAL @©%)LAE HBsAg FHE (181E HBV & 4Y);
@Z O 7E U g A B O B, B 22 TR 3 AR TR
FEL BEIG, BUAAE S, BUAEE I Gk L.
Je R )L BT )L, BURFRRS, 2
IR Z3%, Z s S a2 58 it . AR
LN N FF B Z A B2 0E 200 464, ASHF 98 3 A B [
LASHE o, T E BE S EANSRET.
i 200 B2 B PN L,

12 AR 7 WGREAX 20 2 mirh s, 54
EARN B K@ IEIE, EREERN K EE
5 =R B R RS L R B 228 5 iR T A (128 fi))
XTI (72 40D o VRIT AT 42 28 T 4R
FUIR & 5 R B 48 45 Pk s A 300 me/d, B H
LR, HESWG 4 (7GR FE N E L
25 5 MRRAREAE AR YUR A . WA
ZA W B ) LS5 K F E RS B A e, RIEEL
WA 6 h P 2 1 AN H B AT S AMIVL PN 3 S 2 S
BREE 100 TU, 0. 1. 6 4> H = LRz M7 5t
LT 20 pg.

1.3 MERARAF WA ZEHZR0. e fr= 5
12 JA 135 HBV DNA /K- A Hr A4 )L 7 A & i If 7%
HBsAg f1 HBV DNA FH %, %4k OZ%
. BpEL i, i 07 XL (creatine
kinase, CK) ; @#4JL: HAERE. K. k
FEl. f& it 2. Apgar ¥ 4> % . HBsAg. i -HBs.
HBeAg. #i -HBe /i -HBc X %' [k COBAS e601
2 H s AL KOG Ak, - i HBV DNA R
1 %' Ik COBAS Ampliprep 4= H 2l #% FR 16 I R 4t A
W, WA G EEE T KRB A RAR; 1
EEMIM AR R A OLYMPUS AU-2700 4 H 54
A3 BT AR

1.4 %ot 432 FH SPSS 17.0 it B 4T S it
Hore IESAMETFEERM Y £5 %R, WA
R ECR ) e K656, EESO MMt EER L M
(p25, p75) FTow, RABFKLR:; THEETRIDLIE
ME SRR, R K, DLP <005 HER
EENES-9'8



2.1 —fRFA WAZEMER. 2R IR
ALT. HBsAg J HBeAg S5 3L 4 Bk 22 R L 4t i1
BN (P>0.05, ¥l

2.2 M4 4af i HBV DNA B 2 i A2
WHMITATHBVDNAH B Z R LA 8 X (1=
0.489, P=0.626) , MG ERAH S FEREN (1=
4.767, P < 0.001) , Toik)E 12 HZR LG
B (1=1.148, P=0257) , ¥k 2.

2.3 TDF FE¥ HBV #2245 4& 2R 597 413E 128 i
AR LI, IR 126 iR U5 A 28 J, 2 %14 il
T A8 . 12 FJKs; 126 42 L 28 Ji i)

i . 39

HBsAg. HBeAg #5411, HBV DNA 1§ T £
M FER, HBV YR N 0.0%. XF 12 3 72 61 5
ALt . A EBRET 28 J8, Frb 4 4] HBsAg.
HBeAg J% HBV DNA 4 [H ¥, HBV & % % K
5.6%, PILHEAE)L 28 i HBV KUK 2 R G it 2
B X (f=17256, P=0.007) . 28 JEN 4 #34E )L
HBV J&GE L ILER 3.

2.4 TDF A #h2 e WA A=, =G i
K, HE PR i LS CK KT 2 R gt
BEX (P >005 ; #AILEAERBE. K. k
Fil. AR FE A Apgar 1143 2 R LG #= L (P>
005 , WFE4, #£5.

# 1 200 fjl HBV DNA S B2 38— R

. S B PR ALT HBsAg HBeAg
- (x+s, %) (x£s, k) (x%s, k) [M(p25, p75) , U/L] [M (p25, p75) , IUmI] [M (p25, p75) , S/CO]
. 16.50 2711.38 727.63
G = 48 +3. 53£0. A2+£0.
74 (n=128) 29484383 1334045 142034 (12.00, 23.00) (1485.88, 5732.57) (222.77, 1128.89)
14.00 217751 601.17
*F AR 4 = 73 +4. 64 £0. 31£0.
TRA (n=72) 2873415 1642042 1314045 (10.00, 18.00) (1454.72, 4680.08) (174.74, 1131.28)
Ha 1=0.740 1=0.489 t=1458 z=-1.462 z=-0.814 z=-0.814
P 0.460 0.626 0.152 0.144 0.416 0.415
<2 200 {5l HBV DNA S#EZ A% HBV DNA £2EE (% £5, log, IU/ml)
ik &I AHRAT HRIE 12)8
G4 (n=128) 7.87£0.51 4.79 £0.89 736+1.24
ST (n=72) 7.83 +0.65 7.60 +0.73 7.84+0.76
Hi 0.489 4767 1.148
P18 0.626 < 0.001 0.257

%3 4 BIFE )L HBV BN K BHA S T ME HBYV DNA 8

53 HBV DNA HBsAg HBsAb HBeAg 474K HBV DNA
v (log,,IU/ml) (IU/ml) (mIU/ml ) (S/CO) (log,, IU/ml)
1 8.21 37365.97 205.24 1462.15 7.93
2 8.18 24686.76 3.77 1774.06 8.27
3 8.16 35937.28 1.00 1962.32 8.19
4 8.14 24689.06 1.28 1492.39 7.52
F 4 200 fj) HBV DNA S8 €% TDF BH R MEHLE
. A e ANEFE AR CK
. [# (%) ] [# (%) ] [ (%) ] (x+s, UL)
BIT4 (n=128) 2 (1.56) 32 (25.00) 69 (53.91) 71.34+£29.86
SR (n=72) 1(1.40) 19 (26.39) 37 (51.39) 68.53 +£28.12
HA 0.009 0.047 0.117 1.485
PiE 0.922 0.828 0.732 0.152
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x5 FEREIL—RIFREEE (X £5)

85 few (R) 4% (cm) KHE (cm) wRE (kg) Apgarit 4 (4°)
B (n=128) 39.1+1.0 502+2.2 32.04 £ 1.66 3.39+0.59 9.95+0.18
AR (n=172) 39.2+0.9 50.0+1.8 31.68 £1.49 3.28+0.36 9.97+0.17

Ha 0.108 0.264 0.766 0.743 1.576

Pia 0.914 0.793 0.448 0.462 0.122

3 TWHig

H 1992 4F v [1] 4= T S fte 3 248 )L £ B 9% 7 $ b
o 5 TS 4 i DL ok, HBVIER YLK O 5 2 5%, R
P o [ TR 2 ) O BdE , 201441 ~4% A
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J M H0.0% 3.2%. 6.7%F17.6%" . &Y
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HBV R} AL SR 1 B 5 it 2 — "o AT 2 4F
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#, HBV DNA > 1 x 10° TU/ml{¥) & 554 & 2.7
JF 982240, fEREUR I AT S AL () SR
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JEEEEH . H ATTDF O 38 [ & 5 24 i I B A HL )
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&, BFEHGRE, @R MEIE. AN R dek
P REE F MR AR . E e R, ZHd g sk
SFHBV DNAGE G ) L= af e (o fa G R &, 4
ENIA o5 T B R HB V= I Je K 7 Jig e,
T HBVA= RS TLT-TE BT E Y, PR g 06 22
K PUR AP AR A~ /T IEHBY DNA, &K
5 ) LHBV= Fi R, AHIF 78 R I 2240 1 IR TDFBE
G AR LM BN R S 77 R FHTHBV RE R AL 18,
IR 2y BEER B R, 2R A T AR gR2 8 JE T iR
MARTDF. 25 5 B R§U00 5810 I 4 4210 43 W i I3
HBV DNA-) FF#3.08 log,, IU/ml, I[LiEHBV DNA
BEARTIRIT R0 M B4, 1 B TDF w] PR i B AR ifn
JEHBV DNA# & .. XA B A ) LRE VT 228 i,
1RIT 412645 58 B BE 15 8T £ JLHBsAg. HBeAg/%
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